©2010 The Japanese Society for AIDS Research

The Journal of AIDS Research

F23EEARTA XFEE Y VRI D LSRR

F23EAATA XFS

BOVURCDOL [TA XRED

fEfRAF & L TOMEYRBHEEER ]

Microbial Interactions as Risk Factors for
the Clinical Development of AIDS

Bl A 18] (BRI A EEIZRmE S FE)

A H
R
i
43k
w5

TR (GHBRFEEHICR Y 4 V2%

R (ST IR R AL T )

FNA (ERTEBREGE v~ 5 — 4 RiEE - T v 5 —)
fl— (BEBEH A EFIRHIIS T

SE5E U AR )

Takashi OKAMOTO, Hiroshi KIMURA, Harutaka KATANO, Norihisa TSUKADA,
Kenichi IMAI and Akifumi TAKAORI-KONDO

1. IUCHIC: T4 XDREEFERT DMDOMEY
(C & B REEAEIR

HIV BEGYETE, BEORERR LMD A F I A
VAA - BZ AR HIV IEREEORELGE L THA 1S
WA DRGEIEE T D, £ OFEEEE 2 130 © B R GYE
PERIETO HBMREENS AL TL 5, COHR =
BEFICH LOWIIED 7 + — v F AR 2 b0t b BA
%,

#1218, Pneumocystis carinii li%¢, &4 OBERIE LG
12 O HANREGE, HPV R X 2 FE0ARILYE S
K NIRRT AV 2 DIKYHE & Kaposi E % extranodal
B cell lymphoma 25452 D & 9 HHiBICEITIRAETDH 3,
Zofticd, FIASEKEOBRENHEEK - v/ 07 7 =Y
IR 4 2 HIV OEBIA T itk > T A A~
OREFTRIEMEST 2 T LB EBPHLpIcEN TV B, i
5Dy NIRRT A NV ZABIT K BRI AEHICRE LIRS
KIF NF-£B ORI b > TV BY, 351, &
FE (& HIV BB TREAZICE - TREMFETH 505,
HaERE DS 2 I BB REIFE & L THiE s 1
% mM B OIS HDAC PHEHR & LT =, #BREGY
9% HIV 265 L~V TIEHELT 2 2 EANIBHL 72¥, C
DT &iF HIV G, & o REESEWICHTF o EE 22

FEEse A E (F467-8601 il E ik X B FEAT ) 1|
B 1 AR R R B R R R 1A
=)

2010 4F 3 H 10 B2+

ML, HFEICE->THDZ N, SV L, =4 X0F
BEENEITdT A2 EARELTWVWA,

* X ICHREMAMRGIC L B I NS DRREC 208 [ 4
2| DM EOF B EMT 20T Th b, -
T, O HIVEGRAEEIC Ui [T | 2%
W9 208 = A4 X ORERERFRH & L WG & TFRAIC D 72 hs
55DTHb, COXIBERIOWHED TS, X0EiE
758 L RSB E S b C EATIRF s B,

PITF il 2 OEGHES L < IIRIER S &l = 1 XJRkE
L ORLEICOVWTHIFE TOBER LA 5,

2. BEALBEICEIFIZEBIAIINREEEHRY v
IN[E

HAART 88 A S h, =4 @B, By v
NIED T A XDOEINFRERE S 2 HERKF L7107
A RIS EW ) vNBREETH B0, bAETR
Diffuse large B cell lymphoma 7% £ % 5§, [Rfic Burkitt
lymphoma > Hodgkin lymphoma, Primary effusion lymphoma
NROND, =4 XBEEM ) v EEEISE L
CNSJHHETH 2 EMWZVONRHE SN TE W, &
£ CNS JHFED & D Fi> LTV 5, %72, HAART AL
AIOIEM: ) v EDHK) 9 EDS Epstein-Barr (EB) 7 1 )L
Bl Td - 708, BIETIE 6 BT LTV E L0 HY,
ThTbd, x4 XBEEMY o NEOHTEB v A L 2B
HO b DODEIENRbEL, HEEAMEE D TVWSI L
M EC S XIRANAN

EB v A VR IFERIIE T4 VA TH Y, FUELL% B
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1 EB YA VRBEIICE T 5 ) v lfkic s 2 BEEE O D IS
(Kimura et al., Rev. Med. Virol. 2008 X 0 ),

Rl RIS L, 18 T o Mk Seeiidilic & 0 & (b3 %
E DY =4 Z0AH1E 57, K - SMmeimiafmig s
&, BEARGEARRETFICEB 7 A L ZABE Y oo ER
Hd 2, EB YA INVAN T — K 3EEET& LTTNF v
75 —7 73V IKR/TBES v¥7 LMPLSHI SN T
Wice MTAE, BHIIEANTEEICHKIII LTV 5 EBV en-
coded small RNA (EBER) & J&#1C 35\ CEHE L &H] 2 5
7ZLTWB T ENHLMEN > TS, EBER (3, RNA-
activated protein kinase T& % PKR (protein kinase R) D
) Vg b AR 3 5 72 9 1T EBER FHIMMNG I3 IFNa % %
He 278 —v2if L TRPIEE 5, TD—T,
RIG-I #%&% 18 L T type 1 IFN % IFN B#ii& (=T - IL-10
DFEEITH LT, MEORICEGLTVEY, &
512, EB U A VR 3HkA SRS E A L <18 £ 50z & 1
L6 SaBE L T\ 5, HIV & OMAYIRIHEEER & L
Tld, EBNA2 3 HIV LTR Z27/EMALd 2 S W H LS H
5o WIC HIV BT X b T Mg s iifah s 2 &ic
X0 EB A VRFERILT S, COLHIT, ZoDYA
WV Z DS [El— IR TREGE L 75 a0 id, Ic AR ERE 2 1
HLTWAZ &L,

NS EB v A )V RBEE ) VB IGEEME: - TeR IRk
THDE DS EENIEE T L TWisi - 7o, IT4E, EB
YAV ZBEE Y v oNED % < A3 CD20 [0 B flfa kS
THHTEMS, EMEICD20 E/ 7 0—F UK TH S
Rituximab % ]\ 72 TR RS RS B L S I -
7o Lip L, CD20 f2f4 B flifd V) > /<O - e, «
A ZEF I UIZ LIZR 57 % Primary central nervous system
lymphoma T3 Rituximab @ CNS D RZE M ORIEN H 5,
T, a5 7 v — LHEAX|TH % Bortezomib 25 EBV (4
B Y VISR H B LM T Y REFIVITTRS
h, & rcoatEsftInh TS, —4, EB7A VR
13 B A 75 59" T #flifd - NK ffaic 6844 L, T/NK
) oA 4, Fe& 3, EB v A LY T/NK Hif
FRIZ Bortezomib %5 LLL N 0fER=HTW5, 1) EBV
itk % & O RETED T/NK ffid#R i< 60 T, Bortezomib %
RT3 48 LIS © MR DY 10% AKiis £ TR L
720 2) Flowcytometry C Annexin V O¥EHIAZE s, FHA
TRV 2AOFEEEMER L/, 3) Western blotting T,
Bortezomib & 5-EFIC B W T, caspase 3, 9, PARP O U &
) VB L IkB OEINZ2D 72, 4) Bortezomib I & 54 4H
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fa=R DK 13, caspase HEF|OHRG THIE L., TNHD
fEH X D, Bortezomib (3 ) v Bk IkB D4 fE D HIHNIC X -
T NF-«B O7EHALZBHZE L, caspase #EEE AR TT A b —
VAEFBLTVWAEEEZEZ LN, IOITIEHE b vy
BRIT Bortezomib % 5. L 72 0 A fHIER 13 80% LI ET
B o1, EB YA L ABLHE T/NK flfa )~/ SfEERE DR
FHIM Y 2 ¥BRIT ex vivo IT Bortezomib Z#¢5. L 72 & C 4,
EB ¥ 1 VRS 7 R~ — v 2psFE s, LIk
&0, EB YA VARET/NK ) /N [EEY &3 5B
) voXEICK LT Bortezomib B E RN S iEEF LR DB
FIREMEARIR S VT,

3. ITAXEBEICEIFTZ HHV-8 KL HRIAHE

E b~V Z A L2 8 (HHV-8/KSHV) & 1994 FEic =
A4 XBE S R VAES SFEREN b E b L E b
WRZTAIWRTH B HARANDEEE DHI 1% H HHV-8

ICHEEGECTh 508, =4 XBEEA R VAEDBETIILE
MWL TBY, 78 VRED T NTOREFH S HHV-8
RSN %, Licdd-> T, HAV-8 284 R YHEDHKN »
ANVRATH DT EITOOTIZERME O, £ 72, HHV-8 1375
R YRIED A 75 59, primary effusion lymphoma (PEL) +°
multicentric Castleman’s disease (MCD) D X 5 751 vV
FEYERE D O b a b, R VAES PEL Tld HHV-8
BEBIRERELTE D, BIREGE S /¥ 7 TH 5 latency-
associated nuclear antigen (LANA) WHFICHIEL TV 5,
LANA (g T p53 &S L pS3 kO 7 & F — v
2 ARHES 5175, HHV-8 RO UL RE 2 B4
2T, BRBEGEOHERS, IRMEfa~D 7/ & DOIRFES
EIcbBb B, — T, HHV-8 OEGHEECRIEICE S £
TOFIZOVEITRHBENRZ O, ZOH 2D DT
icowT, DIFICE%E - THA% A 5,
3-1. RIEEL HHV-8 K

HHV-8 [3MER 75 & DTSRG AR H L TR L, B
ffEIC IR G35, B fiifas 5 HHV-8 2375 L3 5 {t
HARELCHOSN TV VD, AT A TEE TG
IERR I X O HBEICRIENEE TWA T EiciEH L, RIE
& HHV-8 LD #EZ MR L7z, & P ORMIMEZEKIC
LPS Z/NA, HHV-8 Fitufiifid TY-1 245 % 7 5 &,
HHV-8 [3FHIE=FTH B RTA *° viral IL-6 75 £ D
AW RBEFE2RBT 50 RIEWY A A A v ORlEIC X
D HHV-8 DSiEi btz S 3o T, HFS7E, 75
M T & IFEN-y 78 vIL-6 % RTA Z#HHET 5 2 AR L
120 MifEtE 75 & OB RAE T, SEORIEIC XY HIV O
BRI v, FETICB I % HIV B & O HIV-Tat O EE
MRS %, HHV-8 Bl & MENBmiaE &L,
B B35 IC HIV-Tat 2%, cell to cell DJEYLRNRAHIEK
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K 2 HHV-8 EZLIc &k 34 F YAEDFL: &
HIV-1 Tat ®E85

Lk T, HIVOPFEEDT S Tat OFRINICE H HAV-8 O
MENEAIE~DOEGh R IEEIC EF Lico 2% D, Tat
I3 HHV-8 @ cell to cell TIME NI~ D BEYhE % 5
HLTENEHSMITIE 5Tz, TN DOFERT, MhDORFE
HEPINCT & 2 R O SAEN 7 K ¥ RIERAE 1< B 59 5 Al REM:
ERELTVS (X2),
3-2. PEL DXt

PEL (3 HHV-8 B8 L, M7k HE/K s & o gl hic
Il I CHgiEd 5 Bifatt ot ) voNlETh D, &
W, EEBAER LV, UL, i) vosEo
Ex s 59, HHV-8 BdEZ ) v vEE LCBIna Z &
M, TS extra-cavity PEL ({KE/L PEL) &FEENT
W5, PEL fllfatkz o ie~ v 2 ICHiNd 5 &, BhEL
FRERERNICIE ) oS EEZ Y Vo EAEIZE S 1, PEL
& extra-cavity PEL 3l T& %5, DNA~XA 707 LA &
FarAt Iz 2Tk, TS v oSERS EFE Y
VSTERRSY ORI THRIBO T 3851, 5 v 57 Zftr L
12T A, 2EDBIZTHRET 07 > 4 VIZE LD TR L
ThY, BLTREORLIZNT IO TH-1Y &
DT, LFA-1 @ X 5 REEERFDhic SPARC, Coronin
DEHB= Y vy 2K EY vy 1w EME ) voSEIC
EARHEL TV TFE L TRES NI, VIL-6 1 ED Y 4
WV ZBETFORBUIHME ) v O Emn, B v
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NIEO A DMK ERE VKL ThH, HHV-8 D3tk d 5 T &
70, TS DFERIFO &S DHIfEkED Sk v <E
EETEY Vo@D 2 D DRRES KA T L EERLTE
D, FEIREYTS extra-cavity PEL (3 PEL & [F] UfHladsk b
B O[EEMETRIE S N B,

3-3. HHV-8EERBDEREBEZIRY ML (X3)

HHV-8 12 /&ge U 7o B3 @& T 3id 5 2 & 75
<, UANWRDEEGEISHML, UL, OEURER
SARFEICHA 2 & RIS RAE L RIER EoRlic L v, B
MR PRI LT\ 7 HHV-8 I3 FEE(L L, IME MR
HHRA cell to cell DFEL AL C 3, HIV-Tat 13 Z DIEH T,
JEYelE 2 = b B E| A > TW B, —, HHV-8 &4 B
flan =z o % FHEEL L /cfEHEAS PEL & 7ol extra-cavity
PEL Th D, MEDOEIEERTFEORKI LNV, &
fz, IS DHFEIC X HHV-8 D EE BN C v,
HHV-8 O 2 EYYIE ORISR REIC IS - 72D, MCD T#
BEEZ NG, BE, HATRARVABOEMAE LWV
73, [A]HIC PEL > MCD O#ie; b2 TE T %Y, HHV-8
B A AAIIE L, HHV-8 104 205 2# U 544
EnHH9,

4. HCV & HIV & DEEREDEERASE

HCV & HIV 3R AT T 2700, LIELITESE
J&Yed %, HIV OEEEGIC LD CRIFFRITPE S Mt
{bD#EFT >R E N, F 7 CHUPFRITH 3 2 ME—DIRIAER
BWTHBERIA vy —T7 0y YNEY VEHEEDR)
RIFHEEGT 5, HCV OEMERGLS HIV ERGYE T HRIC
B EANIFTSIEWE SN S D, HCV EHERGH T I3Pt
HIV 31T X 2 F#EEREEL L b SE I A Sh, FRCIER
EIA D IFEEZEFIZ 3 O TP HIV 38R 53 =B 1 HIBR

SINBEEbH 5, ACCITEREH O IMARRAEF O HAART
R OMR & LT C BUF2SEaE R (WA - IFmiass)
WBEELNELZ D TED, £/ D: A: D Study THAF
NEEEEILNIE T 4 XFNE L TCIHREZ TH 5 ED/RE N
f:lO)o

AT, HCV B0 2 WK E L L CoflfE s H
HEEHTL MY, CHIFRICAHHT 2MEEE LTil<
POREGH 7 VA 7e 7Y vIMEPZ OFERE L TofEME:
MR B R SN TV B, & 51T HCV &Gt &
) o HEEER R (B ffatEIE & O % v ) v, fithERE
fds (f v =) ARG, TEEAGEEE, B N
IRIRIS 15 R4 1R & OBEAURE NS L D12, K
BRIAE 2 & 3572 27 TEMREREE £ b 70 5 9 AlRElE &
IRESNTWS,

BRIJISPLHIV REESAIREE 50, = A4 XRIEHITH -
T HYIBENZELY) LT HIV EE2EBA T 28 EI1CE
EWEGENIGRTE 3L 510 - 72, HLHIVEEA~D T
7 ZMEVOLDW BEEEICB W T, HIVEREICE
FBERAOMEIE S 3P = 1 XIGEEETIERL, YA
ZPEF 9 L BIRTE LR - IPFERERE T - I EAGHRE
iE - 1SR - TBEIEE S & OEBIEAHE, & B Wit
HIV LD EREF TH 5, Ju HIVZBEREAFICE
LIET A XEPHEMIMOMBAER L T, RN R
ot HIV BEEASHER SN 2N & 715> TOL 575,
SJEITHNEE L 7o HIV BRYHE D18t & HHE D % < 1Z HCV &
Qb O IFREE EE T 5, EBRIC HIV - HCV EHE K
YeBIT B O B HERRRIE Y 2 7 BN e BkikEa R o
MEbH LN, SBRAAOERICE 75V HCV HHE G
DEKREONET T TRELLLEIENTHESN S,

Ky vEYYLDOFEI 24 ARIEOBHRKFELT

HHV-8 B
BEE
B cells
‘@) cell B3
RETER I A A \gm
MCD HRSBIE
HHV-8B8:E
B> S PEL
(Extracavity PEL) | W, .o L 4
EE 2
1E R BB

3 HHV-8 [&Y:L # R VA, primary effusion lymphoma (PEL)
¥ & U multicentric Castleman’s disease Dk D 7.5
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OWAYIIEEFER ) Td 545, HCV - HIV EHEEG B
LT, D & SMEYIRMHEIERZ /LT x4 XFE
DfEEAEEMEE 2 E VI HIRIFE O, L L, dHiyH
IR D &5 5 D HIV REE DO TR AEHET 5
BEx sEHEEEEbEY (T4 X | ZEVERTEAE
T EFNE, HCV BEERGEEE WL 24 XFIEDRE
BIATTH 23 ENWZ B,

TDETAMSMICBIT BHEITABIYEE Lozl C
BFRICBI T 2 MEPHARITHK VT WS, ACCITH
WTHIZ O HCV HUiRGHR IFIEF ISRV, T 44
ficbrsd & b 8 float: CRFRFIDEIESNTE D,
CHIFF4RIFHR L TlREORR E R0 A 50, &tk ¢ BUATFS%
X254 vy —7 =0 VIEFEOKBIImO CTRIFTH %
TEMHISNTEY, HIVEEBREEICBVL TS ZdE
FETH B T EMBaE s, B0 HIV EYE 13
EMENICHERBEROE =5 ) v 7 A2ZT TORIEENS
<, CHIFFR A2 RRATE 2 affEMk 3T L AJE HIV
BEE X D E WV, HIV ELEEICE 5 HCV B HR O v 4
VA HRPEBRE DK S, 1BHAL L B OB ORE <,
HCV SR HIV BYUEGEIC b 7o 5 T RO EEE
ZNE, HIV EEF W cdanifior vy —-7-ov
FEFHEAE & O BRI T R&ETH B9,

5. HERERBEICLS HIV IS RESDOTEELT
A XFEE

AIDS OGN & LT 5 K= 2 HEAIC HIV O
RGN D % o HIV BYHIHNC I 1 5 7 A )V 2 DL
FIERRD 578, T OBRKEIEP 5 20 F12 b B L BRI
MICABo T DIEM» > Fiet: By D BT DY HIV EGYE
DIk b REHEFME bV, EYEERN? S Y A VR ESE
BIBRET 2 T L IFARATRETH B F 1o, FITOHLHIV AL
SFREEIBINRGE LTV A HIVIC RIS TH 5720, #
RGO HIV #8514 3 v F 0 — LT X B hEh ik
BOFBREEHATAEV->THBRSTIIH O, KA DWF
D 2SO ORI LD, Zo=F L~k
\F % HIV OB RBEGREA DR ITIl S T 78 » T & oo
AP-4 15 & O EHIHIKFIC & - THIV 70 € — & — 1T
WAE NIz 2+ YT & F ULEEE (HDAC) 3R EED
EX b v ERT2FLdT BT LIk, HIV OIZE 4
RRAIHNH] U TR G 2 4R 9 5, HDAC ICX D E X
MR T e FUbEns &, EXA NV EHIVZ O E— Y —
OB LIEIED 7 o< F v SR s b, La
L, HIV OB RELEOBFENR VS E 723 ED & 5 IR T
#2 T BDITE - TIIIARER BAEA S0,

AIDS BFICB W T [ERe] 285 d LTHALH
RGNS AT 2 T EPHILN TV B R, Frald, Wi

fl D BRGHEHS HIV OB E L KT L TVW A DT
WinEHfEE L, £2C, & 3EOBKIEREN HDAC BH
EIEHAZH 9 % butyric acid (F&lR) 2 KEICFEA T 5 HEHE
ICEH LIS Z1T - 720 HIV ISR G Ak ACH2 (T #f
) & Uliila (HERCRMD) 1, ERHOKETH 5
Porphyromonas gingivalis EWEE N5 775 L [0 O AR
B OEAR® LPS, B EA(EH & T b HIV OoiEHAk
FEBD SN h - 1o, ARORE LIEEEHSE 5 &,
IINERRAFHIC HIV o8l FE s i (Y, C
DIEE FiFIC & 5 HIV G E, RIEWS A A4 v
7o FT €S LTV LT E, o biEOA
7 LENT X Y, HIV OfEHALEH - TO 2 PE )8 3,000
Dalton Kijiii & W D IEFIT/NS 180T Tdh - 727D, P gin-
givalis DFFETIRBFEYI T b 2 HHlsIgIcEH Lice &
Ry a7 57 0 =TT Bigrth o e ails e & ilE
L7ckES, Feige 7 o4 vl BElE7s & ORIk~
B L7z, 22T, ZNENOEEIENIES % 8 R mia
BN L 72653, BRfR O &2 LW HIV iGHALIE
DRSSt FEMIEITIC L, FEREAEORE [
D & BIRBEGS O HIV 25 b L, % oiEibr
NV EREE IR ORSIREEE (3IZITHEI L Twis (K54,
B)o & 51T, HEE RO MBW SR X » B & bR d
% & HIV IEHEALER b RIFFITIER L ice T 5 OFERH
5, P. gingivalis |2 & 5 HIV F7EHEALIER (35528 it o
FEE S > TWB T EMIHL & 75 - 12,

fikli /397175 HDAC HEER =/ 9 5 C & 239 TICHI
LNTVWHDT, EELNVTONFHEEERE L, £
DFER, P gingivalis FiERE X~ v O T & F VLA EE
T3 L&D HIVZE L~V TR L L 7o, ERRIC
yu<F vEIEIREERBOER, P gingivalis FiSUERIC
& 0 HADC & #EEIHIRFDHIV 7’0 £ — 45 —=h 50D
WEEDMEE S N—F, 7TEF bk 2 b % RNA &K
RO 7 V= b BN, T, ZELIR ZHV
12 EE O T OiEMALICIE LTR 0 Spl fE &+ 4 b A4
HTH BT &, FEEEH Spl il HDAC % [HE L /1%,
CBP S LTR ICFFE SN TL 2 AJfeavRg s i, LIk
DFERD S, P. gingivalis l$ HIV VB8 E€—5 —D /7 a<F
VIS AL T 5 LM TE, TOEE L TBREY
HIV 2L L TOWB T EMBIHS A E T -7 (K50,

o ORI, hF TRz TViEh -/ HIV
BRSO S RBYYE TR C D 2 5 T &2 T LA
WTHIDTIHOMZ LI bDTH B, 12, HIV BREGE
DOHEH 2O BRSO M TEC D 5 5 I L 2R
LicHricsplTd 5, hIEIRIRES I 9 2 BBk B B2
HIV 7/ SfEH LT 2 S MAEYBHEEFER & 2 E
YVt T 4w 7 HIEHEREOBIS D S S EIEEEL,
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X 4 HIV-1 BRELE XA BT EXr 2T 4 o 7 BRI EBRERIC X 5 % D

A
B BEEAPORBRRE(mM)
g "paa P.g.FDC381  27.1%039
g ke P. g. W83 25.4+0.5
P. g. 33277 14.9+0.5
—— -p24
T 1 1 1 | S | p E. coli 0.4
|*c_—tubulin P. nigrescens <0.4
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g TwT 3
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AP-4
Ac-Histone

RNAP II
g. BSXLE(S) - 45 90

X 5 p&EREE Porphyromonas gingivalis OHEEE iKIC X 2 HIV-1 B RIEGEHIIE» S5 D v 4
VA DHEEHEAL L BEEE : (A, B) H4 OWRFEREREOEE FiFIck 29 LN
50 LIRS 5H6EE, (C) 7 v~ F gkl (ChIP) I & 2 B fERNEET &

B S RI% T HIV 7 2 % { L2 DNA
Gk 3) & b —EekEs)

9T, HEROETRE AR » N HIV-RNA &
MBS 5 T &, ARG OWYER A A v PRI
IR HIV % FEEALd 2 0l T B ERER S EET 5 T &
WHRE SN TWSY, i, EREEIC L O MEH o TNFa
IREEDSFRRCAICEGIN L, $IRIE P REES & o BRIk

IHES LTV BRSO [FE

BLTWAZEbRSNTVEY, DI FoHEEE, BER
I & D EEINT % B ST O BE IR & 42 5178 TNF-a 235K
JRGLIRAEIC B B HIV FHTENNICIER L, AIDS #EEICEEL B
HlLTozafehaREd 5, 5%, EFHAEFICEOM
PR DRIEBHRAH S5 5 T EMHIR SN 5,
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TR AR D[RR IS HAEH (3 HIV &G D 5]
DRAITHEZ N5, YIHABFEICHE T 5 Y 1 V2 DRESE
WIS ISR, BAE RGN O MR I & L 72 HIV 23N
RIS L > TR LS N B T ENEETH B T RSN
TWAT, EZ, W& Clostridium J&*° Fusobacterium
[R5 &% ORBEHEAERNPEEL TVWEDT, Fia O
R EZZ AbE 5 EIERICHEBEE OV, £/, FEIZD Pepto-
streptococcus vaginalis 75 & OREFRFEEAERDFAET 5 T &
WEESNTVWB, HIV OBREREAEZ 5L, ThHDE
DBHIVZE & BRPETEE I S h D EERF LTV 5 A
REMESRIES NS, A DBIT DTS 1 5 DEDE
fREpEE L, & OICBREREHIV 2 E(Ld 22 &%
HHTW5B,

HIV ERE TRGEALEZTRICS TS T HMED O
REAE T 0, T OFERZ T BRI RUEGYE O & ftik C
%o TNEBIONIEN S/ B &, HIV DA OMEYIRG )
HIV B QeF IS T 5 &, HFIRBGOREKRIC S 2 &[EFIC
HIV OHGEZE L, T DORERBEARIEA THOMAEY)
DfFGL L 2R 4 & VWO B OEAE > D, AIDS DN
BEATHICRAICELS TV, 2O THMEERIAL,
FAEHEE L2 R 2 Ro, CnAfiflids T &, #
LWikkE & PRIEORBICEE BN 26D EEZ S
N, &S BMAYIRIEEERH OdC S 2 Lo
BATWS,

6. ¥ & ®

Ky vEIY AT, 24 XREDFEHRAFELTD
WAEYIRIMEER] 1Bl T, Yy YR P OREB IV
Ham e @ CHE L RS I, Ry vRYY LA2BLUT, A
X DFFEENR, BT HIV-1 v 1 LRI & AFIEMEICINA T,
NS BREMAEY ORI X AMEAEHD T4 X &
IIKDIFEIZRIC R Z CBIG LTV B T EMHOMIT
D, EWICHERB LD TH -1, 51T, KV vERYY
ATHY EiF 2 5 DEEEIR, HAART 75 & OBEED
BEFEIC K O HIV-1 ¥ A v 2 BB OHITH & AR FET I 75 <
1o BAED, BERINCRESIE, &2 0 IidiiEs -
TLWAHERTHD, HTVWAF, TNSOHREDTARE L
I, mRELTO =4 X flflidEk s iz nwEF A

o BlE, AvvERYUY ATIRIEL WMAED S 512 51
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